A plasmid expressing the cloned bacteriophage T4 gene 42 gave the same levels of complementation of gene 42 mutants in a polarity-suppressing rho mutant as in a rho' host. A reading frame likely corresponding to gene 42 and putative promoter and terminator sequences were identified in the partial sequence of the cloned fragment.
enzyme activity as the release of 3H (in tritiated water) from deoxy- [5- Corp.). Uninfected E. coli B (Table 1 ) and E. coli KH802 (pBR322) yielded background activities of 35 and 20 U of enzyme activity, respectively (1 U causes the formation of 1 nmol of hydroxymethyl-dCMP per 1.5 x 108 cells in 20 min at 37°C), whereas E. coli B infected for 10 min with wt T4 yielded 1,600 U and uninfected E. coli KH802(pCT06) yielded 600 U. Plasmid pCT06 thus contains the entire gene 42 and part of gene ,gt.
The level of complementation with a gene 42 mutant was determined in one-step growth experiments in strains TU6
and TU8 containing pCT06. These strains are permissive for T4 (14) and isogenic, except that TU8 carries the polaritysuppressing rho-102 mutation (9, 10) . Upon infection with T4 42amN122, equal, low numbers of phage were produced in both strains (Fig. 2) . A similar experiment, in which plasmid pTHF3047, which expresses ,-glucosyltransferase (29) (Fig.  1 ), was infected with a T4 agt I3gt mutant, showed that phage production was 10-fold higher in the rho mutant than in the rho' host (29 Fig. 1 , and the nucleotide sequence is shown in Fig. 3 . The sequence from position 1000 to 1110 in Fig. 3 is from Lamm et/al. (12) .
The nucleotide sequence revealed only one long reading frame, starting at position 439 in Fig. 3 , coordinate 25.89 in the T4 map (Fig. 1) , and ending at position 1080 in Fig. 3 , T4 coordinate 25.17. This reading frame contained 246 amino acids, corresponding to a protein with a deduced molecular mass of 28.484 kilodaltons, and was preceded by a possible ribosome-binding site (28) , GAGG. Stop codons in all three reading frames around position 20 in Fig. 3 preclude translation readthrough from the vector tet gene. The in vivo transcription study of plasmid pTHF3047 (29) (Fig. 1) The map is based on the restriction enzyme data obtained in the present study and data obtained earlier (29) . T4 map coordinates for some of the restriction sites are those given by Kutter and Ruger (11) . The positions for the gene 42 and ,3gt reading frames (12, 30; Table 2 ) was found. Available evidence indicates that gene 42 is expressed in vivo immediately after infection and that both transcription (7) and translation (23) cease some time after infection. Nevertheless, the protein products of both genes 42 and ,gt are .00 VI-we@4 needed continuously throughout infection, since they participate in synthesis and modification of T4 DNA. Thus, it is possible that the middle promoter is used at later times after infection, perhaps yielding a lower level of expression which has not been detected so far. Strongly supporting the notion that the promoter(s) for gene 42 also serves the fgt gene is the fact that no promoters have been located upstream of the igt gene (29, 30) (Fig. 3 ). Plasmid pCT04, from which a 400-base-pair HpaI-EcoRV fragment was deleted from pTHF3047 ( Fig. 1) , lacks the vector bla promoter P1, from which pTHF3047 transcription likely originates (29 (Fig. 3) (30) was searched for Rho-independent and Rho-dependent terminators. An algorithm developed by Brendel and Trifanov (3) predicted one weak Rho-independent terminator around T4 coordinate 25.17, at position 1186 in Fig. 3 ; however, the terminator will be partially obscured by translation in the gene 42 reading frame. A computer analysis predicted that a transcript containing the first 100 nucleotides downstream from the gene 42 reading frame is likely devoid of internal secondary structure, a characteristic of Rho-dependent terminators (20, 25) . This region contains 8 mol% of C, which is lower than average for T4, and is translated in the igt reading frame. Further downstream, the transcript, though richer in C, is likely occupied in internal base pairing if it is naked. Thus, analysis of the sequence did not reveal an obvious cause for the termination between genes 42 and Pgt. 
